Wedescribe a patient with acute myocardial infarction who showed ruptured plaque distant from the maximally stenotic lesion. In a 54-year-old male patient with acute antero-lateral myocardial infarction, coronary angiography showed a resolution of occlusive lesion with residual stenotic lesion in the middle portion of the left anterior descending artery (LAD) following t-PA administration. One month later, coronary angiography again disclosed significant stenosis of the middle LAD.Intravascular ultrasound revealed ruptured plaque that was located proximal to the maximally stenotic site which is generally considered as the culprit lesion. In this case, transient vessel occlusion occurred at the maximally stenotic site probably associated with plaque rupture distant from this lesion. (Internal Medicine 42: 53-55, 2003) Key words: acute coronary syndrome, intravascular ultrasound, unstable plaque, plaque rupture
and poor R wave in the leads I and aVL, consistent with an evolving antero-lateral myocardial infarction (Fig. 1) . After transvenous injection of t-PA (800,000 U) the patient was taken to the cardiac catheterization laboratory. After administration of nitroglycerin (0.25 mg) coronary angiography disclosed resolution of total occlusion and significant stenosis in the left anterior descending (LAD)coronary artery with TIMI III flow (Fig. 2) . Therefore, subsequent coronary angioplasty was not performed at that time. Under these conditions, this stenotic lesion was considered to be responsible for the occurrence of acute myocardial infarction, although there were minor luminal irregularities proximal to this stenosis ( Fig. 2A) . The patient was treated with intravenous heparin (15,000 U/day) and peak CPK level was 4,286 IU/Z. One month after the emergency catheterization, the patient underwent coronary angiography again. The morphology of the maximally stenotic site in the LADwas relatively unchanged from that shown in the acute phase although stenosis became somewhatgreater than that in the acute phase (Fig. 3) . Intravascular ultrasound which was performed before angioplasty did not show any ruptured lesion within the stenotic segment (Fig. 3A) but a ruptured plaque was found proximal to the most stenotic lesion ( who died of acute coronary events (1-4). However, new modalities such as intravascular ultrasound systems and coronary angioscopy systems enable visualization of the coronary arteries from inside the vessels and show new aspects of acute coronary syndrome (5, 6), because angiography shows only a silhouette of coronary arteries and sometimes leads to misinterpretation of disease morphology. Goldstein et al reported the evidence of multiple complex angiographic lesions in almost 30% of patients presenting with acute coronary event (7) . This suggests that most stenotic lesions are not always responsible for plaque rupture with or without thrombosis. Indeed, discrepancy of the sites between the most stenotic coronary sites and ruptured plaques has been reported by Maehara et al who preliminarily reported that approximately 74%of ruptured plaque exists at a site different from the maximally stenotic lesion (8) .
Considering that plaque rupture can occur at any site of the coronary segments where underlying atherosclerosis is present (5), it should not be surprising that the rupture of plaques occurs at a different site from the most stenotic lesion as observed in the present patient. It was possible that in the present patient the thrombus that was produced at the ruptured site occluded the most stenotic site at the onset of myocardial infarction, because occlusive lesion was resolved by the administration of t-PA without angioplasty. There seemed to be an echolucent area at the most stenotic site, suggesting that this site could be also vulnerable. However, this echolucency was derived from the attenuation of ulrasound intensity. Therefore, the most stenotic site itself was not vulnerable in comparisonwith the proximal site. The present case provides several important implications. First, whencoronary intervention is indicated for a patient with acute coronary syndrome, it is important to carefully examine not only the most stenotic sites but also the adjacent sites where plaque disruption occurred. Otherwise, another event associated with these remote lesions can occur after interventional procedures. Secondly, in addition to the inter- should be considered to identify the true culprit lesion and/or coexistence of another unstable plaque. Further follow-up study maydemonstrate whether the ruptured plaque can repeatedly be responsible for acute coronary events.
